Correction. In the article "Blocking by Histones of Accessibility to DNA in Chromatin: Addition of Histones," by A. E., Mirsky Sci. USA 69, 3737-3741, the second line, under Annealing Conditions, top right-hand column, p. 3738, should read: "tained 60 A260 units of cellular DNA, ... ," and the last sentence of the text, p. 3741, bottom, left-hand column, should read: "The fact that they (shared sequences) do not appear to be amplified (Fig. 3) in the leukemic cells and that they are not necessary for transformation (Goodman, N., Sweet, R., Ruprecht, R. M. & Spiegelman, S., manuscript in preparation) suggests that these sequences may ultimately tell us more about the origin and evolutionary history of oncogenic viral elements than about the mechanism of their pathogenesis."
Correction. In the article "Electron Paramagnetic Resonance of Nitrogenase The absorbance at 265 nm of nucleotides released after digestion of nuclei for 30 min by 1.27 jug/ml of DNase. The nuclei used were:
(1) intact nuclei; (2) nuclei from which all of the LRH had been removed (20.5% of the amount of DNA present); and (3) nuclei from which part of the ARH had been removed (38% of the amount of DNA present). The minimal quantities of histone added to histonedepleted nuclei [3.1 mg LRH in (1) and 4.5 mg ARH in (3)] were a little in excess of the amounts removed, yet these added histones were insufficient to block the action of DNase as in intact nuclei.
To obtain a satisfactory measure of accessibility of DNA in chromatin to DNase, it is necessary to vary the enzyme concentration over a wide range (4.9-0.32 jg/ml) and to allow the reaction to proceed for an extended period (15-180 min) (1) . Although these conditions have been observed for every experiment we are reporting, it is unnecessary to present all the data, as we did in previous publications. To compare differences in accessibility due to various histones, we present only the results obtained at 30 min, and with 1.27 /Ag of DNase per ml. Digestion was at 26', but all preparatory steps were performed at 4°. To a suspension of nuclei containing 1.03 mg of DNA phosphorus in 95 ml of 0.25 M sucrose-3 mM MgClZ-5 mM sodium phosphate buffer (pH 7,0) was added dropwise a 5-ml aqueous solution of the histone to be tested. The suspension was stirred gently for 30 min and then brought to 260 before addition of DNase (0.05-0.80 ml). At various times, 2.0-ml samples were withdrawn and added to 1 ml of 0.50 M ice-cold perchloric acid. After centrifugation, the absorbance of the supernate at 265 nm was a measure of the quantity of DNA in the nuclei digested by DNase. In Table 1 , the quantities of histone added to nuclei are given. To find how much of the added histone combined with the nuclei, the suspension, while still at 40, was centrifuged, and to the supernate was added 0.25 volumes of 100% (w/v) Cl3CCOOH. When up to 6 mg of histone was added only a just-perceptible precipitate was obtained, indicating that only traces of histone were not combined, but when more than 8 mg was added, a significant precipitate formed. This material was sedimented, dissolved in 1 ml of 6 sedimented (and so separated from uncombined histone).
Since there was no difference in the activity of DNase on these two sets of nuclei, it may be concluded that the direct effect of added histone is solely on nuclei and not at all directly on the DNase.
In the experiments on extracted deoxyribonucleoproteins (chromatins), the medium, as for nuclei, contained 0.25 M sucrose-5 mM sodium phosphate buffer (pH 6.7)-3 mM MgCl2. When the electrolytes were added to the water-clear solutions, they became opalescent, and a more definite precipitate was seen when histones were added.
RESULTS AND DISCUSSION
In Table 1 are.given the results of experiments in which DNase action on nuclei is measured after addition of histones to them. Added histone inhibits DNase activity, and, weight for weight, lysine-rich histone inhibits more than does argininerich histone. The greater inhibitory effect of lysine-rich histone is observed in experiments on intact nuclei and also on nuclei from which either lysine-rich histone or arginine-rich histone had been extracted. The greater inhibitory effect of lysine-rich histone is also found when DNase acts on deoxyribonucleoproteins (chromatin) extracted in soluble form from nuclei (Table 2 ). When two different fractions of arginine-rich histone are added to nuclei, fraction IIB is found to be a more effective inhibitor than fraction IV in experiments on intact nuclei and also on both types of histonedepleted nuclei (Table 1 ). The effect of phosphorylation of lysine-rich histone in tempering the inhibitory activity of this histone is shown by the data in Tables 2 and 3 . When phosphorylated lysine-rich histone is added to extracted deoxyribonucleoproteins (Table 2) , or nuclei depleted of lysine-rich histone (Table 3) , it is less effective than nonphosphorylated lysine-rich histone in blocking the accessibility of DNase to DNA.
The experiments reported here on the addition of histones to chromatin complement and confirm our recently published experiments on the extraction of histones from chromatin.
In both cases blocking of access to DNA by lysine-rich histone is greater, weight for weight, than by arginine-rich histone.
When histones are added to nuclei, changes in the fine structure of chromatin may affect the accessibility of DNA to DNase. We have observed a marked condensation of chromatin when lysine-rich histone is added to nuclei depleted of this histone, and condensation in such nuclei does not occur when arginine-rich histone is added (13) . Furthermore, in intact thymus nucleus, less transcription is observed in condensed than in diffuse chromatin (14) . Possible changes in chromatin structure should, of course, be considered in relation to the differences between the inhibitory effects of lysine-rich histone and arginine-rich histone on DNase when it acts on nuclei. The significance of chromatin condensation for the activity of another enzyme, RNA polymerase, has been discussed by other investigators (15, 16) . Just how significant chromatin condensation in the nucleus is with respect to the data in Table 1 seems to be somewhat doubtful for in experiments on extracted chromatins ( Table  2) there is the same difference between the effects of lysinerich histone and arginine-rich histone in blocking the action of DNase. This observation should not be taken to mean that the differences in fine structure of chromatin do not affect the action of DNase. In Table 2 , results are given for two preparations of extracted chromatin in which extraction was by different procedures. Before the addition of extra histone to these chromatins the rates of digestion by DNase were quite different, being higher than chromatin in the nucleus for one preparation and lower for the other. However, for both extracted chromatins addition of lysine-rich histone blocks DNase action more effectively than does arginine-rich histone.
The relative effectiveness of lysine-rich histone and arginine-rich histone in blocking access of DNase to DNA in chromatin is the reverse of what has been found by several investigators for the relative effectiveness of these histones in blocking the action of DNA-dependent RNA polymerase. A report from this laboratory on RNA synthesis by endogenous polymerase in isolated thymus nuclei showed that addition of arginine-rich histone inhibits synthesis far more (20) and by Chalkley and his colleagues on replication in synchronized cultured cells (21) have clearly linked DNA replication with phosphorylation of lysine-rich histone and, of course, this suggests that nonphosphorylated lysine-rich histone blocks access of DNA polymerase to DNA. Since we have not found a report concerning effects of histones on the accessibility of DNA in isolated nuclei to exogenous DNA polymerase, we are presently doing such experiments. In the meantime it should be noted ( Tables 2  and 3 ) that the tempering effect of phosphorylation on the blocking by lysine-rich histone of DNase activity is in line with the reports linking phosphorylation of lysine-rich histone to DNA replication. It should also be noted that the enzyme that we used to phosphorylate lysine-rich histone does so at a serine residue in the less-basic part of the molecule. There is another enzyme that phosphorylates a serine residue in the highly basic part of lysine-rich histone (22) , and such a phosphorylated lysine-rich histone would presumably have a much greater effect in blocking DNase action than the phdsphorylated lysine-rich histones that we used. 
